tration of a range of anticholinergic agents including nist, toosendanin, on memory formation following a pasmuscarinic and nicotinic receptor blockers (Meysive avoidance training experience in day-old chicks was ers & Domino, 1964; Blozovski & Hennocq, 1982;  investigated. Bilateral injection of toosendanin into the (DrachBlessed, Bergmann, Gibson, & Perry, 1978; Bartus man & Leavitt, 1974; Bartus, Dean, Beer, & Lippa, et al., 1982; Coyle, Price, & Delong, 1983; Woolf & 1982; Bartus, Dean, Pontecorvo, & Flicker, 1985; Butcher, 1989) . Goto, Kuzuya, Endo, Tajima, & Ikari, 1990; Clarke, Bullock, Csillag, and Rose (1987) have demon-1995). Various brain regions associated with learnstrated changes in ACh levels in a number of brain ing and memory in mammals, including the hippoareas, including the lobus parolfactorius (LPO) and campus, receive substantial cholinergic afferent inpaleostriatum augmentatum (PA), in neonate chicks puts (Fibiger, 1982; Mesulam, 1990; Woolf, 1991) . It 24 h following training on a single-trial passive is therefore perhaps not surprising that lesions to avoidance task. In addition, intracranial injection of brain structures rich in cholinergic neurons (Hepler, scopolamine prior to training has been shown to reOlton, Wenk, & Coyle, 1985; Murray & Fibiger, sult in amnesia during formation of the intermediate 1985 , 1986 Kesner, Dimattia, & Crutcher, 1987;  stage in a postulated three-stage sequence in memory formation in chicks trained on the above task (Patterson, Lipton, Bennett, & Rosenzweig, 1990 ),
